mid-borne degS restored normal basal E activity to a ⌬degS strain but did not alter the basal E activity of a wild-type strain, irrespective of IPTG induction ( Figure  1B ; data not shown). Taken together, these data suggest that the PDZ domain of DegS plays a negative regulatory role in the E signal-transduction pathway. ). An oriented peptide library (Songyang et al., 1997) with six randomized C-terminal positions (NH 2 -KNX 6 -COOH) was synthesized, and peptides retained by an affinity column containing the DegS PDZ domain or by a control column were sequenced (data not shown). Significant differences between peptides retained by the two columns were evident for the three C-terminal residues. Tyrosine (Y) was preferred at the penultimate and antepenultimate positions, and phenylalanine (F) and methionine (M) were preferred at the C terminus. One outer-membrane protein encoded by the E. coli F episome ends with the sequence YYF. More significantly, a large number of both known and presumed OMPs end with YQF or other YXF sequences (Table 1A; bound with average K d 's of 15 Ϯ 1.2 M, 34 Ϯ 3.0 M, and greater than 100 M, respectively (data not shown). The very poor binding of the YYF-CONH 2 peptide relative sayed a chromosomal lacZ reporter under E control to the YYF-COOH peptide demonstrates the critical na-( Figure 1B ). Strains expressing degS⌬PDZ exhibited ture of the peptide ␣-carboxyl group for interaction with basal E activity that was approximately 1.5-to 2.0-fold the DegS PDZ domain. higher than strains carrying only the plasmid vector both in a ⌬degS strain and in a strain with a wild-type chromosomal degS allele ( Figure 1B) of cell growth after transcriptional induction of the pelBThe extreme C-terminal amino acids of the 50-residue OmpC peptide were critical for induction in both fusion ompC fusion (ending in YQF). Overexpression induced E about 2-fold relative to the empty-vector control, and backgrounds. For example, changing the C-terminal YQF sequence to YYF (which binds the DegS PDZ doinduction was dependent upon a functional DegS (Figure 3A) . When the same OmpC fragment was fused main 30-fold more tightly) increased induction, and deletion (⌬YQF) or mutation (YQD) of the C-terminal YQF to the C terminus of the soluble periplasmic protein cytochrome-b 562 and overexpressed, E was induced apmoiety prevented induction of E ( Figures 3A and 3B ). The OmpC fragment also contained an internal YYF seproximately 4-to 5-fold relative to vector alone (Figure 3B) . quence but mutation of this tripeptide to AAA resulted 
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